the suprasellar cistern was minimal (Fig. 1 left) . The patient was asymptomatic, and routine follow up was recommended.
An MR image obtained 1 month later showed that the cystic structure had resolved completely and that the brainstem structures had resumed their normal position ( Fig. 1 right) . The parents denied the occurrence of any new trauma. Because the region of enhancement had enlarged, exploration for a presumed craniopharyngioma was recommended. This procedure was delayed for insurance reasons.
Operation and Postoperative Course. When the patient was examined again 1 year later, the cystic structure had returned and appeared larger than before. On surgery, multiloculated arachnoid cysts were found surrounding lesions containing cholesterol granules and regions of solid tumor. Enhancing tissue was consistent with craniopharyngioma. A gross-total resection was performed, and the patient tolerated the procedure well.
Case 2
History and Examination. This 17-year-old boy sought treatment for headache 3 days after a helmet-to-helmet collision on the football field. He suffered a brief loss of consciousness followed by tunnel vision and right eye pain. A CT scan showed a fluid collection in the right hemisphere contiguous with an arachnoid cyst of the middle fossa (Fig. 2) . The patient's headache was well controlled with pain medication, but he experienced several Arachnoid cysts: spontaneous resolution distinct from traumatic rupture episodes of bradycardia during observation. Even though he was asymptomatic during these episodes, the decision was made to evacuate the fluid and fenestrate the cyst.
Operation and Postoperative Course. On surgery, a small craniotomy was made over the sylvian fissure. When the dura mater was opened, clear fluid under high pressure was obtained. The cyst wall was fenestrated widely. No drain was placed. The patient had an uneventful postoperative course. Persistent bradycardic episodes were attributed to cardiovascular fitness in a young athlete.
Discussion
Arachnoid cysts compose approximately 1% of intracranial mass lesions, 4, 16, 18 and their spontaneous rupture or resolution is rare. Prior reports of their disappearance have been associated with subdural hematomas, effusions, or meningitis. 12 Other suprasellar cystic lesions, such as Rathke cleft cysts, dermoids, epidermoids, and cystic craniopharyngiomas, have also been associated with spontaneous rupture. Note that rupture of these lesions has resulted in meningitis and vasospasm. 14, 20 Arachnoid cysts have also been associated with other intracranial tumors, as in the patient in Case 1.
The cause of spontaneous rupture is unknown. Trauma may cause the arachnoid layer to tear. The location of a tear would determine the site of communication: adjacent cisterns, ventricles, or subdural spaces. Even in patients with no known trauma, excessive breathing, coughing, or sport activities can produce sufficient force to tear the arachnoid. Alternatively, a change in the one-way valve that created the cyst may cause cerebrospinal fluid to egress. 5 In patients with tumor-associated cysts, growth of the tumor or secretion of growth factors can have a mechanical or chemical effect on the arachnoid, causing it to rupture. As a result of their high levels of activity, children may be more prone to spontaneous lesion rupture than adults. Arachnoid cysts are most common in children. 8 Resolution of both symptomatic and asymptomatic cysts over time may explain the decline in their number with age. association between middle fossa cysts and subdural hematomas has been reported. 2 These cases must be differentiated from traumatic subdural hematomas in patients with unruptured, incidental arachnoid cysts. 9 A review of data reported in the literature supports our hypothesis that middle fossa cysts are more likely to result in symptomatic rupture, whereas those rupturing in other locations tend to be asymptomatic (Tables 1 and 2 ). We hypothesize that more arachnoid is exposed to potential tearing motions along the lateral dural surface in middle fossa lesions than that exposed in cysts associated with deep cerebral cisterns. Patients with acute subdural hematomas as a result of a ruptured cyst are also prone to elevated intracranial pressure and the need for surgical decompression. In the reported patients, intractable headache and neurological decline were seen only in those with traumatic rupture and subdural collections. The patient in Case 2 was essentially asymptomatic; however, the subdural fluid collection was similar in appearance to that in patients with intracranial hypertension. 1 In a young person with a fluid collection creating mass effect, we believe decompression is reasonable.
As Beltramello and Mazza 3 suggested in 1985, the decision to pursue surgery in these patients cannot be based on CT findings alone. Because the natural history of arachnoid cysts is variable and their treatment is controversial, cases of spontaneous resolution suggest that conservative management may be appropriate for many lesions. Patients should be informed of the risks of rupture as well as being educated about the neurological signs that might warrant treatment. We believe that intervention should be reserved for symptomatic or progressive lesions. 
